Herpesvirus envelope glycoproteins play important roles in the interaction between virions and target cells. In the alphaherpesvirus pseudorabies virus (PrV), seven glycoproteins that all constitute homologs of glycoproteins found in herpes simplex virus type 1 (HSV-1) have been characterized, including a homolog of HSV-1 glycoprotein H (gH). Since HSV-1 gH is found associated with another essential glycoprotein, gL, we analyzed whether PrV also encodes a gL homolog. DNA sequence analysis of a corresponding part of the UL region adjacent to the internal inverted repeat in PrV strains Kaplan and Becker revealed the presence of two open reading frames (ORF). Deduced proteins exhibited homology to uracil-DNA glycosylase encoded by HSV-1 ORF UL2 (54% identity) and gL encoded by HSV-1 ORF ULl (24% identity), respectively. To identify the PrV ULl protein, rabbit antisera were prepared against two synthetic oligopeptides that were predicted by computer analysis to encompass antigenic epitopes. Sera against both peptides reacted in Western blots of purified virions with a 20-kDa protein. The specificity of the reaction was demonstrated by peptide competition. Since the PrV ULl sequence did not reveal the presence of a consensus N-linked glycosylation site, concanavalin A affinity chromatography and enzymatic deglycosylation of virion glycoproteins were used to ascertain that the PrV ULl product is 0 glycosylated. Therefore, we designated this protein PrV gL. Analysis of mutant PrV virions lacking gH showed that concomitantly with the absence of gH, gL was also missing in purified virions. In summary, we identified and characterized a novel structural PrV glycoprotein, gL, which represents the eighth PrV glycoprotein described. In addition, we show that virion location of PrV gL is dependent on the presence of PrV gH.
Herpesvirus envelope glycoproteins play important roles in the interaction between virions and target cells. In the alphaherpesvirus pseudorabies virus (PrV), seven glycoproteins that all constitute homologs of glycoproteins found in herpes simplex virus type 1 (HSV-1) have been characterized, including a homolog of HSV-1 glycoprotein H (gH). Since HSV-1 gH is found associated with another essential glycoprotein, gL, we analyzed whether PrV also encodes a gL homolog. DNA sequence analysis of a corresponding part of the UL region adjacent to the internal inverted repeat in PrV strains Kaplan and Becker revealed the presence of two open reading frames (ORF). Deduced proteins exhibited homology to uracil-DNA glycosylase encoded by HSV-1 ORF UL2 (54% identity) and gL encoded by HSV-1 ORF ULl (24% identity), respectively. To identify the PrV ULl protein, rabbit antisera were prepared against two synthetic oligopeptides that were predicted by computer analysis to encompass antigenic epitopes. Sera against both peptides reacted in Western blots of purified virions with a 20-kDa protein. The specificity of the reaction was demonstrated by peptide competition. Since the PrV ULl sequence did not reveal the presence of a consensus N-linked glycosylation site, concanavalin A affinity chromatography and enzymatic deglycosylation of virion glycoproteins were used to ascertain that the PrV ULl product is 0 glycosylated. Therefore, we designated this protein PrV gL. Analysis of mutant PrV virions lacking gH showed that concomitantly with the absence of gH, gL was also missing in purified virions. In summary, we identified and characterized a novel structural PrV glycoprotein, gL, which represents the eighth PrV glycoprotein described. In addition, we show that virion location of PrV gL is dependent on the presence of PrV gH.
Herpesvirions consist of a nucleocapsid containing the double-stranded linear DNA genome, which is surrounded by an amorphous tegument structure and the virion envelope. In this outer membrane, virus-encoded glycoproteins are embedded. These structural glycoproteins play important roles in the interaction between herpesviruses and their hosts both in mediating infection of target cells and in eliciting immune responses. Among the alphaherpesviruses, herpes simplex virus type 1 (HSV-1) has been shown to encode at least 11 glycoproteins, designated gB through gE and gG through gM (2, 62) . Four of these glycoproteins (gB, gD, gH, and gL) are essential. Pseudorabies virus (PrV), the causative agent of Aujeszky's disease in pigs, is also a member of the Alphaherpesvirinae. Its envelope contains at least six glycoproteins, designated gB (gll), gC (glll), gD (gpSO), gE (gI), gI (gp63), and gH (29, 37, 42, 44) , that all exhibit homology to respective glycoproteins in HSV-1. Glycoprotein B homologs represent the most highly conserved group of herpesvirus glycoproteins; the second most highly conserved group are the gH homologs. Both gB and gH have been found in members of all three subfamilies of herpesviruses (1, 10, 15, 43, 64) , which implies an important role for these molecules in the life cycle of the respective virus. Glycoprotein B homologs are essential for virus penetration and cell-to-cell spread (6, 46, 51, 55, 56) . The gH proteins have also been found to be required for penetration and cell-to-cell spread (19, 22, 26, 28, 47, 50) , and antibodies against several gH plement-independent neutralizing and in vivo protective activities (14, 20, 22, 23, 27, 47, 48) .
Several studies have reported that gH homologs expressed in the absence of other virus proteins were improperly transported and processed and exhibited antigenic properties different from those of native gH (14, 18, 19, 23, 26, 57) . These observations suggested a requirement either for another virus protein or for a virus-induced cellular function to complement the transport and processing defect. Recently, a glycoprotein designated gL has been identified in HSV-1 that forms a complex with gH (31, 58) , and coexpression of HSV-1 gH and gL resulted in the appearance of native gH in the cytoplasmic membrane (31) . Positional and functional homologs for gL that form hetero-oligomers with the respective gH proteins have also been described in human cytomegalovirus (HCMV) (34), human herpesvirus 6 (HHV-6 [41] ), and Epstein-Barr virus (EBV [69] ).
Recently, we identified a gH homolog as a structural component of PrV virions (38) . Mature PrV gH exhibits an apparent molecular mass of 95 kDa and contains approximately 20 kDa of N glycans. Like HSV-1 gH, PrV gH is essential for penetration and cell-to-cell spread (50) . However, a PrV homolog of HSV-1 gL has not been described. Taking into account the inverted orientation of the prototypic HSV-1 UL region compared with the UL regions of PrV (4), equine herpesvirus 1 (EHV-1 [64] ), and varicella-zoster virus (VZV [15] ), we sequenced the right end of the PrV UL segment within BamHI fragment 6 . Sequence analysis of corresponding regions from two PrV strains, Kaplan (Ka) and Becker (Be), revealed the presence of two genes encoding proteins with homology to the ULl (gL [31] ) and UL2 (uracil-DNA glycosylase [8, 68] (17) . Nucleotide and amino acid sequences were compared using the programs Bestfit and Gap, respectively (60) . Homology values are given as percentages of identical amino acids. Secondary structures were predicted by the method of Chou and Fasman (12) , and antigenic epitopes were predicted by the method described of Jameson and Wolf (32) . For multiple alignments, the Pileup program was used.
RNA isolation, Northern blots, and primer extension. Whole-cell RNA was isolated from infected (multiplicity of infection = 10) or mock-infected cells at hourly intervals from 0 to 5 h postinfection (p.i.) as previously described (37) . For gel electrophoresis, RNA samples were denatured with glyoxal and electrophoresed in 1% agarose gels (9) . Blot transfer and hybridization were performed according to standard procedures (59) . Labeling of cloned fragments (see Fig. 1 Preparation of peptide antisera. Two synthetic peptides, UL1-1 (TRAPRREELEWDDEDH), corresponding to amino acids (aa) 43 to 58 of the predicted ULl protein, and UL1-2 (NEAALKELGEVAVHKDS), representing amino acids 127 to 143, were synthesized (Cambridge Research Biochemicals, Northwich, United Kingdom). The peptides were coupled to keyhole limpet hemocyanin, and three rabbits per peptide were immunized six times. Sera collected after the fifth and sixth immunizations were analyzed in detail. An anti-PrV gD polyclonal rabbit serum was obtained after infection with a vaccinia virus-gD(PrV) recombinant. Production of rabbit anti-PrV gH peptide serum 1193 has been described elsewhere (38) .
Virus purification and Western blotting. Virions were purified from supernatants of infected cells by sucrose-gradient centrifugation as described elsewhere (38) . The quality of the virus preparations was routinely verified by electron microscopy. After lysis, 20 ,ug of virion protein per lane was separated electrophoretically in sodium dodecyl sulfate (SDS) polyacrylamide gels (39) . After separation, proteins were electrotransferred onto nitrocellulose membranes for 12 h at 130 mA in 25 mM Tris base-192 mM glycine-10% methanol (66) . The filters were incubated for 2 h in 3% bovine serum albumin (BSA) in phosphate-buffered saline (PBS) and reacted for at least 1 h with rabbit serum at a dilution of 1:100 to 1:500. For peptide competition experiments, antisera were mixed with 50 jig of peptide prior to addition to the filters. Antibody binding was visualized after incubation with horseradish peroxidase-conjugated second antibody using either a peroxidase-catalyzed chromogenic reaction or a luminogenic reaction and exposure to Kodak X-AR films (ECL-Western Light; Amersham).
ConA affinity chromatography. Fifty milligrams of concanavalin A (ConA) (Type IV; Sigma, Deisenhofen, Germany) was coupled to 5 ml of CnBr-activated Sepharose 4B (Pharmacia) according to the recommendations of the suppliers. Purified virions were resuspended in lysis buffer, i.e., PBS containing 1% Nonidet P-40 and 0.1% sodium deoxycholate, at a concentration of 1 mg of protein per ml, and the suspension was incubated for 2 h at 4°C. Extracts were briefly sonicated and clarified by ultracentrifugation at 39,000 rpm for 1 h at 4°C
in a Beckman 5OTi rotor. Supernatants were applied to a 5 ml 
RESULTS
Sequence analysis. The complete nucleotide sequence of BamHI-SalI-2.6 and sequences beyond the Sall site were determined for PrV strains Ka and Be. The sequenced regions consist of 2,791 bp in strain Ka and 2,793 bp in strain Be, respectively. Partial sequence information from this region has been presented by Cheung (rightmost 456 bp of strain Ind-Fh [11] ) and Priola and Stevens (rightmost 724 bp of strain Ka [53] ). For reasons of clarity, the complete sequence from our reference strain Ka is presented. Nucleotides are numbered according to this sequence, starting with the first nucleotide of the BamHI recognition site. Nucleotide positions in strains Ka and Be are not identical because of several insertions and deletions. As shown in Fig. 1 , BamHI-SalI-2.6 contains the very 3' end of the EPO gene (11) , as well as the 5' part of the large latency-associated transcript (53) . These transcription units are separated by a cluster of short repeated sequence elements from two predicted leftward ORFs. In strain Ka, 9 repeats of the 11-bp motif 5'-CCCCCAGACTC-3' are found. In strain Be, this motif is modified at the sixth position to read 5'-CCCCCCGACTC-3' and is also found in 9 copies. In strain Phylaxia, 16 copies of the Ka motif in this location have been recently described (21) , whereas strain Ind-Fh contains 9 copies of the Be motif (16) .
ORF and codon usage analysis indicated the presence of two genes in the left part of BamHI-SalI-2.6. To localize the end of the second leftward ORF which was suspected to reside within the neighboring Sall subfragment, 192 bp of adjacent sequences were also determined with a specific primer (Fig. 2) . Since the prototypic UL region of HSV-1, which is bracketed by inverted repeats and therefore inverts, runs antiparallel to the UL region in PrV (3, 4), which normally does not or only rarely inverts (54), we analyzed putative translation products of these genes for homology with proteins encoded at the left end of the HSV-1 UL region. The deduced amino acid sequence of the second leftward ORF revealed a homology of 54% to the HSV-1 UL2 product, uracil-DNA glycosylase. Since the UL2 gene appears to be well conserved within the herpesviruses, and since genes encoding gL homologs are generally located immediately upstream of it, the deduced protein sequence of the first leftward ORF was compared with the HSV-1 gL sequence and lower but still significant homology of 24% was found. Therefore, we designated these genes PrV ULl and PrV UL2. The very 5' terminus of another ORF which exhibited similarity to the UL3 gene of HSV-1 was also found (Fig. 2) .
For the ULl protein in strain Ka, two possible start codons were found at positions 1134 and 1221 in the Ka sequence (KaI134 and Ka1221, respectively) corresponding to positions Be1139 and Be1226 in the Be sequence. Two additional in-frame ATGs were found in strain Be at positions Be1O43 and Bell45 due to a 1-base deletion (position BelO91), as well as a C-to-T transition resulting in an ATG instead of an ACG (position Bel146). By primer extension, the 5' end of the ULI transcript of strain Ka was mapped to positions Kal205 to Ka1207, placing it 16, 15, or 14 nucleotides upstream from the ATG at position Ka1221 (Fig. 3) . Therefore, this ATG is the most likely ULl initiation codon, at least in strain Ka.
As for UL2, strain Be Sequences upstream and downstream of the ORFs were analyzed for putative transcriptional control elements (Fig. 2) . Upstream of UL1, several sequence elements with homologies to the TATA box consensus sequence (5) could be identified at positions KallO5 to KallIO (5'-TAT1TTT-3'), Kalll8 to Ka1122 (5'-TAAAT-3'), Kall3l to Kall35 (5'-AYTAT-3'), Kall45 to KallS2 (5'-TAGT`JTAT-3'), and Ka1176 to Kall8l (5'-ATAAAA-3'). A CAAT box consensus sequence, 5'-TCTCAA1TT-3', is found at positions KallS4 to Ka1162. For the UL2 ORF, the sequence 5'-TTAAAT-3' at positions Ka1596 to Kal601 might serve as a TATA box. No consensus
Nucleotide and deduced amino acid sequences. The nucleotide sequence of the corresponding genomic region of PrV strain Ka is shown. The sequence starts with the first nucleotide of the BamHI restriction site separating fragments BamHI-14 and BamHI-6 (compare Fig.  1 ). Indicated are the 3' end of the EPO gene extending into BamHI-6, the cluster of repeated sequences, the ULI and UL2 genes, and the 5' terminus of the UL3 gene. Predicted initiation methionines are circled; transcriptional orientation is indicated by the horizontal arrows. Vertical arrows mark 5' ends of the ULI transcript as mapped by extension of primer Prl, whose location is also shown. Putative transcriptional control elements are underlined. The most likely CAAT and TATA elements for the ULl and UL2 genes are marked above the sequence. Pr2 indicates the location of the primer used for sequencing over the Sall site to localize the 3' end of the UL2 ORF and the start of the UL3 ORF. Also shown is the location of the putative TATA element for the PrV latency-associated transcript (TATA-LLT [53] (Fig. 4) . It contains an N-terminal stretch of 20 mainly hydrophobic aa followed by a predicted r-turn (Fig. 5) which could function as a signal sequence. According to von Heijne (67), signal peptidase cleavage would then be predicted to occur after aa 24. A second hydrophobic region is located at the C terminus between aa 100 and 123. Since hydrophobicity is low, however, it is unclear whether this region is able to function as a membrane anchor. No consensus sequence for the addition of N-linked carbohydrates was found, but several serine and threonine residues which could accept 0-linked sugars are present.
An alignment of sequences of ULI homologs of alphaherpesviruses is shown in Fig. 4 . Despite a rather low overall homology, several short amino acid stretches appear to be conserved, such as aa 110 to 124 (as numbered in Fig. 4 Northern blot analysis of ULI and UL2 transcripts. To identify transcripts originating from the ULI and UL2 ORFs, total RNA from PrV-infected cells was isolated at different times after infection and hybridized with a UL2 (Fig. 6A )-or ULl (Fig. 6B )-specific probe, respectively. The ULl probe detected a 3.2-kb transcript, whereas the UL2 probe detected a 3.2-kb RNA as well as a 2.7-kb transcript. Sequence analysis identified the first consensus polyadenylation signal downstream of an ORF, designated UL3.5 (16, 65) . The data, therefore, indicate that ULl and UL2 are transcribed into 3'-coterminal mRNAs (Fig. 1) . The 3.2-kb mRNA was detected at levels lower than those of the 2.7-kb UL2 transcript at 1 h p.i., whereas at later times the ratio was reversed. This was especially evident at 5 h p.i., indicating differences in either transcriptional regulation or stability of the ULl and UL2 transcripts.
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Production of anti-ULl peptide sera. at'ksrrrrph 'srrl1 (Fig. 7, lane 1) , both the anti-UL1-1 serum (Fig. 7, lane 2) and the anti-UL1-2 serum (Fig. 7, lane 3) specifically recognized a 20-kDa virion protein. Since all sera exhibited significant nonspecific background staining, peptide competition experiments were performed to ascertain specific reactivity. Filters were probed with the anti-UL1-1 serum after addition of 50 ,ug of peptide UL1-1 (Fig. 8A, lane 2) or peptide UL1-2 (Fig. 8A, lane 3) or without exogenous peptide (Fig. 8A, lane 1) . Preincubation with peptide UL1-1 inhibited detection of the 20-kDa protein, while addition of peptide UL1-2 had no effect. In the opposite case, detection by anti-peptide UL1-2 serum (Fig. 8B, lane 1) was inhibited by peptide UL1-2 (Fig. 8B, lane 3) but not peptide UL1-1 (Fig. 8B, lane 2) . These results show that sera against both peptides specifically recognize a 20- product has been shown to be glycosylated and has therefore been designated gL (31 Fig. 10 ). To analyze whether the PrV ULl protein is glycosylated, lysates of purified PrV virions were first subjected to affinity chromatography on ConA columns. Bound material was eluted with ot-methylmannoside, separated by SDS-13% polyacrylamide gel electrophoresis (PAGE), transferred to nitrocellulose filters, and probed with polyclonal PrV gH-specific rabbit antiserum (Fig. 9A) or anti-UL1-1 serum (Fig. 9B) . Lanes Since binding of the PrV ULl protein to the ConA affinity column could be indirectly mediated by a putative interaction with, e.g., PrV gH, which has been shown to be N glycosylated (38), we directly assayed for the presence of carbohydrates by enzymatic deglycosylation. As shown in Fig. 10 , after treatment of virion lysates with neuraminidase (Fig. 10, lanes 3) or sequential digestion by neuraminidase and O-glycosidase (Fig.  10, lanes 4) , a decrease in the apparent molecular weights of both the PrV ULl protein (Fig. 1OA) and the exclusively 0-glycosylated PrV gD (53) (Fig. lOC) was observed. After neuraminidase treatment, the 20-kDa ULl protein band disappeared and two deglycosylation products of 18 and 17 kDa, respectively, appeared (Fig. 1OA, lane 3) . Sequential treatment with neuraminidase and O-glycosidase further altered the pattern, resulting in the emergence of two protein bands of 17 and 16 kDa (Fig. 1OA, lane 4) . These results indicate that the PrV ULl protein carries sialic acid residues that can be removed by neuraminidase and further 0-linked carbohydrates sensitive to O-glycosidase treatment. PrV gD showed a size reduction from approximately 60 kDa of the mature shows that virion localization of PrV gL is dependent on the presence of PrV gH.
protein to approximately 55 kDa after neuraminidase treatment. After sequential neuraminidase and O-glycosidase digestion, a further reduction in the size of PrV gD to approximately 48 kDa was observed. In contrast, the apparent size of PrV gH did not appear to change after digestion by either neuraminidase alone (Fig. 10B, lane 3) or sequential digestion by neuraminidase and O-glycosidase (Fig. 10B, lane 4) .
PNGase F treatment led to a decrease in the size of PrV gH (Fig. 10B, lane 2) , as observed before (38) , whereas neither PrV gD (Fig. 10C, lane 2) nor the PrV ULl protein (Fig. 10A,  lane 2) was affected. Lanes 1 show untreated virion lysates. Since these data indicate glycosylation of the PrV ULl protein, we named the ULl translation product PrV gL in accordance with the unified nomenclature for alphaherpesvirus glycoproteins.
PrV gL is absent in PrV virions lacking gH. In HSV-1, gL has been found to interact with gH, and this interaction appears to be essential for virion localization of gH (31, 58) . We analyzed whether virion localization of PrV gL is dependent on the presence of PrV gH. To this end, wild-type PrV virions (Fig. 11, lanes 1) , virions lacking gH because of a deletion in the gH gene and concomitant insertion of a 3-galactosidase expression cassette (Fig. 11, lanes 2) , and virions from a gH rescuant, PrV gHres (Fig. 11, lanes 3) , were analyzed in Western blots with anti-PrV gH serum (Fig. 11A) , anti-PrV gL serum (Fig. llB) , and a polyclonal rabbit anti-PrV gD serum (Fig. 11C) . As expected, gH was present in both wild-type PrV and PrV gHres, whereas it was absent in the gH-mutant. PrV gD was recognized similarly in all virus preparations. However, whereas gL was detected in wild-type and gHres virions, it was absent in the gH-Pr virions. This DISCUSSION Of the glycoproteins identified in HSV-1 and predicted from DNA sequence analysis in other herpesviruses, only four have been found to be conserved in all three subfamilies of herpes- viruses (1, 2, 10, 40, 43, 62, 64) . These are homologs of HSV-1 gB, gH, gL, and gM, respectively. Herpesvirus gB and gH proteins play essential roles in virion penetration and in direct viral cell-to-cell spread (for a review, see reference 62). gB homologs are found in homo-oligomeric, mostly dimeric, structures (13) , whereas gH proteins form a complex with another viral component that has been designated gL in HSV-1 (31) . Functional and positional gL homologs in HCMV (UL115 [10, 34] ), HHV-6 (41), and EBV (BKRF2 [69] ) have also been identified.
To search for a putative gL gene in PrV, which in HSV is encoded by the ULl gene, it had to be taken into account that the prototypic orientation of the UL region in HSV-1 runs antiparallel to that found in PrV (3, 4) , EHV-1 (64), or VZV (15) . Therefore, whereas HSV-1 ULl is located at the left end of the prototypic UL, the PrV homolog is localized at the right end of the UL in PrV. Downstream from and partially overlapping UL1, an ORF encoding a protein with 54% homology to HSV-1 uracil-DNA glycosylase was identified. Since the homologous ORF in HSV-1 has been designated UL2, we named this gene PrV UL2. In PrV, ULl and UL2 overlap by 23 nucleotides. ULl and UL2 homologs also overlap to various extents in HSV-1 (43), VZV (15), EHV-1 (64), HCMV (10), and EBV (1) .
During completion of the manuscript, sequences for genes UL1, -2, -3, and -3.5 in PrV strain Ind-Fh were reported (16 A similar situation exists for the UL2 homolog, in which only the initiation codon proposed here is conserved between PrV strains Ind-Fh (16), Be, and Ka. In strain Ka, the initiation codon proposed for UL2 in strain Ind-Fh (16 [corresponding to position Kal601]) is followed by an in-frame stop codon due to a mutation from TCA at position Bel618, and the respective position in strain Ind-Fh, to TGA at the corresponding position Ka1613. As determined by us, initiation of UL2 translation at position Ka1669 is most likely, and on the basis of this the ULl and UL2 ORFs overlap by only 23 nucleotides. In addition, the only TATA-like sequence element upstream from the UL2 ORF is located at positions Ka1596 to Kal601, which include the first base of the proposed Ind-Fh initiation codon at the respective position. Alternatively, strains Ind-Fh and Be may specify an amino-terminal extended UL2 protein compared with strain Ka. Clarification of this discrepancy has to await the availability of UL2 protein-specific reagents.
In Northern blot analyses, a ULl-specific probe hybridized to a 3.2-kb RNA, whereas a UL2-specific probe recognized two RNAs of 3.2 and 2.7 kb. No consensus polyadenylation signal was found downstream from either the ULl or the UL2 gene. Additional sequence information, however, indicates the presence of a poly(A) addition signal downstream from an ORF designated UL3.5 (16, 65) . Therefore, it appears likely that in PrV, ULl and UL2 are transcribed into 3'-coterminal mRNAs of 3.2 and 2.7 kb, respectively. Although we did not determine the exact start for the UL2 transcript, the observed sizes for the respective transcripts fit this assumption. In HSV-1, poly(A) addition signals are found downstream from both the UL2 and the UL3 genes, with several 3'-coterminal mRNAs being described (68) .
The HSV-1 ULl gene has been shown to encode the gL glycoprotein (31) . Enzymatic deglycosylation with neuraminidase and 0-glycosidase led to a decrease in the apparent molecular weight of the PrV ULl protein, which is direct (Fig. 4), (iii) (36) . We are presently testing whether coexpression of PrV gL is able to correct this defect.
As has been shown for herpesvirus gB homologs, gH proteins are also essential for membrane fusion events during infection, i.e., virion penetration and direct viral cell-to-cell spread (19, 22, 26, 28, 50) . Since HSV-1 gL and functional homologs in HCMV and EBV interact with the respective gH proteins, this glycoprotein complex has been proposed to represent the functional entity. This is indicated by the finding that gH-negative HSV-1 mutants exhibit a similar fusiondeficient phenotype in cell culture as do gL-negative mutants. In addition, absence of gL led to the lack of the other complex partner in the virion (58) . We found that gH-PrV virions also lack PrV gL. Repair of the gH defect restored virion localization of gL. Our data therefore strongly indicate that an interaction also occurs between PrV gH and gL. According to preliminary results, PrV gL appears to be a virion component essential for infectivity (36 (63) . In summary, we have identified two novel genes in the PrV genome, ULl and UL2. UL2 is predicted to encode a uracil-DNA glycosylase. ULl encodes PrV gL, which lacks N glycans, represents a virion structural component, and interacts with PrV gH. Analysis of PrV mutants deficient in either gene should help to shed more light on the importance of both proteins in a natural herpesvirus-host system.
